scores between the UBO+ and UBOgroups. However, when the results were analysed according to the site of increased T2 lesions, there was a significant association between deficits in IQ, memory, motor function, and attention span and T2 signal lesions in the thalamus and hypothalamus. Hoffman et at-and Denckla et at found that the number and volume of T2 signal lesions were highly correlated with pairwise deficits in IQ scores (compared to unaffected sibs). In addition they found an association between impaired visuospatial function (as shown in the Judgment of Line Orientation) and the volume of T2 signal lesions in the basal ganglia.
In the December 1995 issue of your journal, Mouridsen and Sorensen reviewed the psychological aspects of NF 1.' They provided an excellent insight into many issues, such as the frequency of poor self-image and psychiatric disturbance. However, there have been a number of recent publications,2 9 which were not included in the review, and which provide a number of areas of consensus concerning the cognitive phenotype of patients with NFl
( in the thalamus and hypothalamus. Hoffman et at-and Denckla et at found that the number and volume of T2 signal lesions were highly correlated with pairwise deficits in IQ scores (compared to unaffected sibs). In addition they found an association between impaired visuospatial function (as shown in the Judgment of Line Orientation) and the volume of T2 signal lesions in the basal ganglia.
Although there appears to be some association between T2 signal lesions on MRI and cognitive deficits in children with NFI, the exact nature of this association and its relationship to the number, volume, and location of lesions remains to be elucidated. The available evidence suggests that these T2 signal lesions represent areas of dysplastic gliosis and aberrant myelination in the developing brain. 
